In the summer of 1961, an outbreak of aseptic meningitis caused by Coxsackie B5 virus and to a lesser extent, by Coxsackie A9 virus took place in Aomori City and the adjacent rural communities.
During May and September 1961, an outbreak of aseptic meningitis occurred in Aomori City and the adjacent rural communities. A total of 417 patients of aseptic meningitis visited the Pediatric Clinic of Aomori Prefectural Central Hospital in 1961.
Virologic and serologic studies which have been reported by Hinuma et al . 1) , revealed that Coxsackie B5 virus was the predominant etiologic agent and Coxs ackie A9 virus and poliovirus played a minor role.
The present paper reports the clinical and epidemiological studies . were admitted to the Hospital. Most patients were the residents of Aomori City.
The population of the 15 years of age and under in Aomori City was 75,570 at that time. Therefore, morbidity rate of the 15 years of age and under was estimated to be more than 500 per 100,000 persons. The number of the family in which two or more children suffered from aseptic meningitis reached 28, and in total 58 children were affected in these families. The interval of onset of one patient to that of another in the same family varied from 1 day to 35 days, but 2 to 7 days in most cases. Monthly incidence of aseptic meningitis is given in individual in 10 cases, and the interval in those cases was more than a month . The age and sex distribution is shown in Table II . Highest incidence was seen in 2 to 5 years, but also high in 6 to 10 years and under 12 months. This distribu tion of incidence in the broad ages suggested the low immunity against the causative virus, due to the lack of seeding of the virus in this region for many years. The incidence in male was higher than that in female but the reason was uncertain .
107 cases of aseptic meningitis were confirmed etiologically by means of virus When the determination was done more than twice in the same individuals, the highest value was adopted among them. levels in both serum and urine was found mostly in the specimens taken at the first and the second week of illness. The relationship of amylase level and the abdominal pain was examined in the patients two years of age and over, since the patient under two years of age is unable to complain of abdominal pain. Elevated amylase levels were noted in 3 cases (33.3%) out of 9 with abdominal pain and 14 (48.2%) out of 29 without abdominal pain in Coxsackie B5 virus infection. No case with abdominal pain was observed in Coxsackie A9 virus infection in this epidemic.
COMPLICATIONS AND PROGNOSIS
A boy (AM-87), aged 14 years and 7 months, showed the characteristic pictures of pleurodynia, and Coxsackie B5 virus was isolated from the stool specimen. A significant rise in the titer of neutralizing antibody to Coxsackie B5 virus was demonstrated. A boy (AM-91), aged 5 years and 11 months, died of complicated encephalitis. Coxsackie A9 virus was isolated from the stool specimen, but not from the spinal fluid. The titer of neutralizing antibody to Coxsackie A9 virus in the serum was less than 1: 4 ten days after onset of illness. Autopsy was not performed. Therefore, it is uncertain that this fatal case was caused by Coxsackie A9 virus.
The findings in the electroencephalogram one year after the outbreak were abnormal in 7 cases (29.1%) out of 24. Patterns of focal brain damage were shown in 3 cases, patterns of focal epilepsy in 3 cases and a slight abnormal finding in one case. Electrocardiograms of 11 out of 36 cases of the Coxsackie B5 virus infection showed the flat T-waves. There has been no report on aseptic mening itis outbreak with such a high incidence. 
